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Research progress on Chinese medicine in treating chronic

renal failure based on intestinal flora
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(Abstract] There is a dual-direction regulation between intestinal flora and chronic renal failure (CRF). On the one hand,
gut—derived uremic toxin (GDUT) directly affect the progress of CRF. On the other hand, the intestinal microecology of CRF patients
is in disorder, and a large number of GDUT are produced. Intestinal flora is the initial factor of this circulation. Intestinal
microecological disorder causes the accumulation of enterotoxins, which in turn causes the destruction of the intestinal barrier. A
large number of enterotoxins enter the blood, triggering a series of kidney-related reactions including inflammation, oxidation, and
pro—fibrosis, leading to the progress of CRF. Based on the current research status of Chinese medicine and relevant literature, the
action mechanism of main GDUT which affect CRF such as indoxyl sulfate, p—cresol sulfate and trimethylamine oxide was reviewed,
and the research status of Chinese medicine in the intervention of CRF progress based on intestinal flora was discussed, so as to
provide reference for the treatment of clinical diseases in the future.
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